She had been in good health until three years before this admission when she was admitted to hospital for polyarthritis. Pertinent laboratory data at that time were as follows: haemoglobin 101 g/l, packed cell volume 30 3, platelets 135 x 109/1, microscopic haematuria, 2+ proteinuria, positive antinuclear antibody screen (titre 280, homogeneous), positive antibodies to double stranded DNA (titre 1/320), total complement 22% of reference (normal 51-150%), C3 0-29 g/l (normal 0-7-1-76 g/l), C4 0*05 g/l (normal 0-18-0-45 g/l). Serum electrolytes, blood urea nitrogen, and creatinine were normal. Rheumatoid factor and anticardiolipin antibodies were absent. A diagnosis of SLE was made.
Case report A 35 year old woman with a history of SLE was admitted to the Sisters of Charity Hospital with rapidly progressive shortness of breath.
She had been in good health until three years before this admission when she was admitted to hospital for polyarthritis. Pertinent laboratory data at that time were as follows: haemoglobin 101 g/l, packed cell volume 30 3, platelets 135 x 109/1, microscopic haematuria, 2+ proteinuria, positive antinuclear antibody screen (titre 280, homogeneous), positive antibodies to double stranded DNA (titre 1/320), total complement 22% of reference (normal 51-150%), C3 0-29 g/l (normal 0-7-1-76 g/l), C4 0*05 g/l (normal 0-18-0-45 g/l). Serum electrolytes, blood urea nitrogen, and creatinine were normal. Rheumatoid factor and anticardiolipin antibodies were absent. A diagnosis of SLE was made.
The patient also developed immune thrombocytopenia and her platelet counts reached a minimum of 39x 109/l. High (fig 2) . Occlusion of small vascular lumens by fibrin thrombi was Fi'gure 4 Leucocytes in a Virchowv-Robi'n space (haematoxyli'n and eosi'n stai'n).
' rare (fig 3) . A In the patient reported here, we were able to show a good correlation between clinical signs (seizures and coma) and pathological findings (diffuse cortical infarcts of various ages). Microscopically, the predominant lesion was that of occlusive vasculopathy due to aggregation of leucocytes within vessels subtending infarctions (fig 2) . The patient had low CH50, C3, and C4 levels throughout the course of her illness. This probably represented continually active disease and ongoing complement activation with inflammation. Complement activation products and endogenous mediators of inflammation could have resulted in increased adhesiveness of the cerebral vascular endothelium by induction of ELAM-1 like molecules with subsequent leucothrombus formation leading to cerebral infarction. It is noteworthy that anticardiolipin antibodies were absent in this patient.
We have thus reported a patient with SLE with major central nervous system disease resulting in death. The pathological findings suggest that the mechanism of infarction was related to leucothrombus formation. Further studies are needed to elucidate the pathogenetic mechanism involved.
